The occurrence of hyperglycemia and glycosuria in nephritis has been observed and studied by Neubauer in 1910 and a number of subsequent investigators. A review of this subect has been included in the artide on carbohydrate metabolism in nephritis by Linder, Hiller and, Van Slyke (1925) . They found that hyperglycemia and glycosuria were most frequent in cases with marked deficit of renal function; that nephritics with fasting hyperglycemia when fed glucose showed abnormally high and prolonged blood sugar curves, similar to those in mild diabetes; that nevertheless the respiratory quotients after glucose feeding rose as in normal subjects, indicating a normal combustion of glucose. The abnormality appeared to lie in a retarded transfer of glucose from blood to tissues, rather than in a retarded combustion. The renal threshold of sugar excretion appeared to be low in some cases, as evidenced by the appearance of a positive qualitative Benedi ct test for reducing substances in the urine.
The blood and urine curves of the normal subjects are given in figure 1. Table I in order to give some aid in judging the patient's clinical status. The 2-hour phthalein excretion and the urea excreting ability in terms of the blood urea clearance (cc. of blood cleared of urea by 1 minute's excretion determined as described by Moller, McIntosh, and Van Slyke, 1928) and by all in the terminal stage of hemorrhagic nephritis. In excretion of fermentable sugar after glucose feeding all these patients exceeded the normal controls, and in excretion during fasting all except one, a terminal hemorrhagic, exceeded the controls.
The most marked glycosurias occurred in the degenerative group: 3 out of 6 cases showed over 0.3 per cent of fermentable sugar in the urine during fast, and over 1 per cent after glucose feeding.
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In cases of initial and moderately advanced hemorrhagic nephritis, about half showed relative glycosuria, both fasting and after glucose ingestion.°°, Excretion of fermentable sugar has been studied, together with blood sugar curves after glucose ingestion, in normal subjects and in patients with hemorrhagic, degenerative, and arteriosclerotic Bright's disease.
Excretion of fermentable sugar exceeding that observed in the normal control subjects was found to be frequent in all types of the disease. In the degenerative and advanced hemorrhagic types it occurred in all the cases we examined. In half the degenerative cases it amounted to gross glycosuria, the urine containing more than 0.3 per cent of fermentable sugar during fasting and more than 1.0 per cent after glucose ingestion.
The blood sugar values observed before and after glucose ingestion indicated that in all our cases the glycosuria was renal rather than diabetic.
